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I claim:

1. A method for treating and/or preventing a disease or
condition associated with the accumulation and/or aggrega-
tion of Abeta peptide in neural tissue, or for treating and/or
preventing a disorder or condition associated with Down’s
syndrome, or for treating and/or preventing a stress disorder
or condition, said method comprising administering an effec-
tive amount of cotinine, or a composition comprising coti-
nine, or an isomer or racemate thereof, or a pharmaceutically
acceptable salt thereof, to a person or animal.

2. The method according to claim 1, wherein said method
further comprises administering one or more drugs for the
treatment or prevention of a neurodegenerative condition.

3. The method according to claim 2, wherein said one or
more drug is donepezil (ARICEPT), galantamine (RAZA-
DYNE), rivastigmine (EXELON), memantine (AKATI-
NOL), rasagiline (AZILECT), selegiline (ELDEPRYL),
L-dopa (LEVODOPA, SINEMET, PARCOPA, STALEVO,
MADOPAR), carbidopa (LODOSYN), or benserazide, or an
isomer or analog thereof, or a pharmaceutically acceptable
salt thereof.

4. The method according to claim 1, wherein said method
further comprises administering one or more drugs for the
treatment of a stress disorder or condition.

5. The method according to claim 4, wherein said one or
more drug is a selective serotonin reuptake inhibitor (SSRI);
a serotonin-norepinephrine reuptake inhibitor (SNRI); a tri-



